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Survivin is involved in drug resistance of pancreatic cancer PaTu8988 cells to
gemcitabine

HAO Li-ping, WANG Shao-kai®, GONG Yong-ling, CHEN Jin-fei ( Department of Oncology, First Affiliated Hospital of
Nanjing Medical University, Nanjing 210006, Jiangsu, China )

[ Abstract ] Objective: To explore the expression of apoptotic inhibitory protein survivin in pancreatic cancer cell line
PaTu8988, and to study its role in the drug resistance of PaTu8988 cells to gemcitabine ( GEM ). Methods: The
inhibitory effect of GEM (0.01, 0.1, 1.0, 2.5, 5.0, and 10.0 pg/ml ) on PaTu8988 cells was detected by MTT assay ;
apoptosis rate of PaTu8988 cells treated with GEM was determined by flow cytometry; and the survivin mRNA expression
in PaTu8988 cells was examined by RT-PCR. Results: High dosage of GEM ( =1.0 pg/ml ) greatly inhibited growth and
promoted apoptosis of PaTu8988 cells, while low dosage of GEM ( 0.01, 0.1 wg/ml ) showed no effects. Low dose of
GEM time-dependently increased expression of survinin mRNA in PaTu8988 cells; high dosage of GEM gradually inhibited
survivin mRNA expression within the first 48 h, and then survivin mRNA expression gradually increased as time went by.

Conclusion: Survivin mRNA is highly expressed in pancreatic cancer cell line PaTu8988, which may be one of the rea-
sons for drug resistance to GEM.
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Fig.1 GEM dose- and time-dependently inhibited
proliferation of PaTu8988 cells
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Fig. 2 Effects of different mass concentrations
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Tab.1 Survivin mRNA expression in PaTu8988 cells after GEM treatment as detected by RT-PCR

GEM Time( t/h )
(py/pg - ml™") 0 12 24 48 7
0.01 0.21 £0.02 0.24 £0.03 0.27 £0.01 1.48 £0.06" * 2.32+0.04"
0.1 0.25 £0.03 0.24 +0.03 0.49 £0.05° 0.90+0.03"* 1.46 £0.05" *
1.0 0.23 +0.04 0.16 0.02 0.18 +0.03 0.21 +0.04 0.24 +0.03
5.0 0.26 +0.04 0.21 +0.06 0.17 £0.02 0.08 +0.05 0.30 +0.02
10 0.29 +0.04 0.31+0.06 0.37 £0.02° 0.48 £0.05" 0.50 £0.02"
“*P<0.01, "P<0.05 vs control group
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Fig.3 Survival rates of PaTu8988 cells after treatment with
different concentrations of GEM for 72 h
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